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ju.?l* to tiedarr-age o: the <,ahe. In those \\ith badly damaged valves,
mn-rheum£.iic infections such as colds or bronchitis are liable to cause
prc"cn£ed ill health, sometimes %vitt a failure of compensation. Some
patients appear to be prone to bacterial infections which settle on the
damaged valves.
O—Treatment
The prophV.aMS. general and local treatment, and after-treatment of
simple acute endocarditis follow the lines discussed in the section on
rheumatic heart disease in children* (see p. 250).
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 2.-CHRONIC
(1)—Aetiology
643.] Chronic endocarditis is most often a sequel of acute endocarditis
in childhood or adolescence, associated with repeated attacks of rheum-
atic fever or chorea, or following scarlet fever. These attacks, each
accompanied by acute endocarditis, damage the valves step by step, or
the rheumatic process never really dies down and the slow Inflammatory
process in the infected vahe or valves produces fibrous tissue and
contraction. The rheumatic affection of valves, though itself probably
a specific chronk inflammation, may be intensified by intercurrent
infections such as tonsillitis or bronchitis.
Syphilitic endocarditis appears as a chronic process, several years after
the primary sore, in men between the ages of thirty and fifty. It is not
usually identifiable before thirty years of age and its progress is probably
accelerated by strain. It is more often seen in men than in women, in
\\hom it usually takes a more benign course though occasionally it is
rapid. Syphilitic endocarditis is rare in congenital syphilis.
Arteriosclerotic endocarditis may arise from various causes, e.g. the
wear and tear of life, lead poisoning, gout, chronic infections, and
especially from chronic renal disease and high blood-pressure. The
aortic- and mitral valves undergo general thickening but this is seldom
sufficiently marked to produce serious changes in cardiac action. A
second form seen in. later life is associated with calcification; calcined
masses appear to invade the valves, aortic or mitral, and ultimately
produce stenosis. This form is very slow in development, though the
ultimate stenosis may be extreme; it is sometimes engrafted on a
rheumatic endocarditis. A third form is a local mural endocarditis from
implication of small arterial twigs supplying the endocardium.
(2)—Morbid Anatomy
(a) Rheumatic Endocarditis
In, the rheumatic type there is increasing thickening of the valve with
subsequent contraction of the fibrous tissue laid down. In the mitral
valve both cusps become opaque, and the leaflets adhere to one another
at their bases with the result that the aperture is narrowed; ultimately,

